Introduction
Noradrenaline injected into the aorta abdominalis stimulates the secretion of ovarian oxytocin and progesterone in heifers (Kotwica et al, 1991a) , but not if the same dose is infused into the jugular vein (Kotwica et al, 1990) . Noradrenaline is therefore considered to act locally upon the ovary. However, the nature of this effect is unknown. The response of granu¬ losa cells to noradrenaline challenge measured by oxytocin or progesterone secretion in studies in vitro was observed after a few days (Luck and Jungclas, 1987) . It was therefore suggested that such prompt secretion of ovarian hormones in experiments in vivo may partly depend upon noradrenaline action through the vascular adrenoceptors and blood press¬ ure changes. This contention is supported by studies by Heap et al. (1989) , who found that noradrenaline caused a rapid release of oxytocin in ewes, closely associated with ovarian blood flow reduction, probably via vascular bed areceptors (Reynolds and Ford, 1984) . This 
Results

Preliminary experiments
There was a dose-dependent effect of noradrenaline on oxy¬ tocin and progesterone release (P < 0.01) (Fig. 1) . The dose of 2 mg of noradrenaline was therefore chosen for further studies. (Table 2 ). The early corpus luteum is devoid of inner¬ vation (Bahr et al, 1974; Burden, 1978) (Schams et al, 1988; McArdle and Holtrof, 1989;  McArdle 1990), which are affected by noradrenaline, are involved in these processes.
In conclusion, we suggest that (i) constant sympathetic stimulation causes activation of ß-adrenoceptors of luteal cells by noradrenaline and through cAMP mediation (Lefkowitz and Caron, 1987) influences the basal progesterone secretion (Kotwica et al, 1991b) ; (ii) during short-term stress, activation of luteal ß-receptors by noradrenaline seems to be amplified by its simultaneous influence on blood pressure that may be attributed to large increases in blood flow to the corpus luteum (Wiltbank el al, 1990) allowing the use of serum-derived lipoprotein as a source of cholesterol for steroidogenesis (Grummer and Caroli, 1988) .
